Severe hypernatraemic dehydration is now an uncommon occurrence in general paediatric practice. It presents a therapeutic challenge and often results in neurological complications. Communicating hydrocephalus has not previously been reported.
CASE HISTORY
A previously well 6-month-old boy, the first child of nonconsanguineous parents, developed diarrhoea and vomiting and was taken to the accident and emergency department of his local hospital. He was admitted to the children's ward 24 hours after the onset of symptoms, drowsy and irritable.
On clinical assessment he was about 10% dehydrated. Laboratory investigation revealed hypernatraemic hyperosmolar dehydration with concomitant hyperglycaemia (plasma sodium 166 mmol/L, plasma urea 13.3 mg/L, blood glucose 38 mmol/L).
During the first 12 hours of admission, a paralytic ileus developed and 1 litre of fluid was aspirated via a nasogastric tube. Although intravenous fluid therapy had been started, this occurrence was associated with a further deterioration in metabolic status (plasma sodium 187 mmol/L, blood glucose 5 3 mmol/ L, plasma osmolality 400 mosm/ L). The intravenous fluid therapy regimen was intended to reduce the plasma sodium slowly, by 10 mmol/L in 24 hours. The hyperglycaemia returned to normal without specific treatment other than rehydration. By the second day of admission, circulating blood volume was restored and urine output was satisfactory. His biochemical indices had improved (plasma sodium 164 mmol/L, blood glucose 12.3 mmol/L). In case of cerebral oedema, a mannitol infusion was begun, and thereafter his conscious level improved. By the fourth day in hospital, his biochemical status was essentially normal (plasma sodium 145 mmol/ L, osmolality 297 mosm/L). However, at this point he developed generalized seizures, which responded to anticonvulsant therapy and did not recur.
On the seventh day of admission, after gradual improvement in his general condition, he became unresponsive and generally hypotonic, with a tense anterior fontanelle. A cranial computed tomographic (CT) scan showed dilatation of the lateral, third and fourth ventricles, suggestive of communicating hydrocephalus, but no definite evidence of sinus thrombosis. He was transferred to the regional centre for neurosurgery, and after insertion of a medium pressure ventriculoperitoneal shunt his neurological condition improved rapidly such that he was discharged five days later, feeding well, normally visually responsive, and less hypotonic. Subsequent follow-up has not revealed any neurological sequelae or evidence of diabetes mellitus. COMMENT The association of hypernatraemia, seizures and brain damage has long been recognized. Hypernatraemic hyperosmolar dehydration in this child led to two neurological complications. The first, seizures occurring as a complication of the disorder and its treatment, develops in about one-third of affected children within 24 hours of admission to hospital. Although the second complication, communicating hydrocephalus, has been mentioned as a theoretical sequel of hypernatraemic hyperosmolar dehydra-tion1 no case seems to have been reported. Hyperglycaemia was probably a complicating factor, increasing blood viscosity over and above the effects of hypernatraemic dehydration.
Department of Child Health, Royal Free and University College Medical School, Rowland Hill Street, London NW3 2PF, UK The aetiology of the hydrocephalus in this case must remain speculative. It is possible that the illness exacerbated an already existing but compensated degree of communicating hydrocephalus. The previous head circumference measurements did not show a large head size but no previous imaging had been done and we cannot know in retrospect. Hypernatraemia may cause haemodynamic alterations leading to renal vein thrombosis2, dilatation and rupture of cerebral vessels and cerebral sinus thrombosis3. Any condition leading to a substantially raised haematocrit predisposes to thrombosis. This may occur, for example, in cyanotic congenital heart disease; or in this case, from a combination of hypernatraemia, dehydration and a high blood glucose. There may have been a preexisting thrombotic state such as protein S or protein C deficiency, or primary antiphospholipid syndrome, but there was no family history of either thrombosis or haemorrhage. Infections can increase the likelihood of venous thrombosis by transiently increasing prothrombotic agents such as anticardiolipin antibodies. Proteins S, C and anticardiolipin antibodies were not checked in this child. It is theoretically possible that cerebral sinus thrombosis can lead on to acute onset hydrocephalus, by the mechanism of reduced cerebrospinal fluid absorption via the arachnoid granulations4. However, the commonly described associa-tion of cerebral sinus thrombosis is benign intracranial hypertension5.
In an infant with an open fontanelle, the diagnosis of raised intracranial pressure as a complication of hypernatraemic hyperosmolar dehydration is straightforward. In older children, neurological deterioration in this condition may be falsely ascribed to metabolic derangement. In the situation of metabolic improvement with neurological deterioration, the possibility of raised intracranial pressure secondary to hydrocephalus or benign intracranial hypertension should be investigated by cranial CT or magnetic resonance imaging. Fibrolipoma of the median nerve is a rare condition presenting most frequently in childhood1. Although benign, the tumour generally progresses, leading to inexorable loss of median nerve function. We report a case that presents a management dilemma.
A 15-year-old girl was seen in late 1998 with a recurrent mass in the first web space of her non-dominant left hand.
She reported neither pain nor median nerve symptoms and the mass had no adverse effects on her playing of the flute and piano. A large, non-tender, non-compressible swelling, centred between the index and thumb metacarpal bones, was palpable both dorsally and in the volar aspect of the palm (Figure 1 ). There was no objective sensory median nerve deficit by moving two-point discrimination and the power and range of movement was full.
In 1994 the patient had been treated at another institution for a symptomless mass in the same location, which had enlarged gradually over the preceding [3] [4] years. This had been excised and the histopathological features were said to be typical of lipoma in addition to some enclosed skeletal muscle fibres. Magnetic resonance imaging (MRI) of the recurrence demonstrated a marked fibrofatty infiltration of the median nerve extending from the wrist joint into the digital branches and characteristic of fibrolipoma ( Figure 2 ). COMMENT Fibrolipoma of the median nerve has been known by various synonyms including fibrofatty overgrowth, fatty infiltration of the nerve, fibrofatty proliferation, intraneural lipoma and lipomatous hamartoma2. It is seldom bilateral, with no known genetic transmission, believed to be congenital in origin and generally presents in childhood2 with the earliest Department of Plastic and Reconstructive Surgery, Stoke Mandeville Hospital, Aylesbury, Buckinghamshire HP21 8AL, UK Correspondence to: A J Heywood
